SARCOIDOSIS, or Besnier-Boeck-Schaumann's disease, has attracted the interests of the research worker as well as the clinician in an ever increasing degree during the last decade. From its status as a medical curiosity it has emerged as a more widely recognized and fairly well-defined entity. Its occurrence seems universal. 2 What was first described as an interesting, although rare, disease of the skin by Besnier, in 1889, and independently by Boeck,3 also in 1899, was later found in the eye and salivary glands and is now considered a systemic disease presenting the features of a chronic infectious granuloma. Like its counterpart, tuberculosis, it can invade every organ of the body as well as bone marrow, dura and the eye. The skin manifestations, although frequent, probably are not present in more than 20 per cent of all cases. 3 The experiences of the last twenty years have stressed the fact that sarcoidosis is a general spreading disease with a predilection for the lympho-reticulo-endothelial and hematopoietic systems.7 The assumption of the absolute benignity had to be abandoned when there were Longscope' 6 6with his discussion of involvement of the heart. He added three autopsies of his own, one of which was complicated by syphilis. Apparently Cotter' was the first to present the extensive changes in the myocardium caused by these nodes found at autopsy which resembled tubercles but differed from tuberculosis. He Some increased fibrosis with a scarlike density may appear in some of the larger lymph nodes. However, nowhere is the fibrous capsule penetrated.
Spleen: Among the normal looking lymphoid follicles are many tubercle-like nodes of the character described above ( fig. 2) .
Heart: Sections taken from the whitish areas of the left ventricle show that most of the cardiac musculature is replaced by a network of fibroblasts, which enclose multiple tubercle-like nodes with many polynuclear giant cells. A number of nodes are fused There are no specific changes in blood or bone marrow.
Silver stains of tubercles in lymph nodes and in the affected area of the heart revealed a delicate network of fibrils.
Specific stains failed to reveal the presence of any characteristic organisms.
Diagnosis: The cause of death was acute cardiac failure in a case of generalized sarcoidosis with extensive specific infiltration of the swall of the left ventricle of the h~art. A few characteristic nodes are seen in the gastric mucosa, liver, kidneys, thyroid, adrenals and pituitary gland. DISCUSSION A classic picture of sarcoidosis is delineated by (1) the simultaneous spread of tuberclelike nodes of granulomatous tissue formed by epitheloid and reticulo-endothelial cells enclosing the typical multinucleated giant cells, (2) the absence of eosinophiles, in contradistinction to Hodgkin's disease, (3) the absence of polynuclear neutrophiles, i.e., lack of evidence of acute inflammation, (4) the absence of caseating necrosis and (5) the minimal amount of fibrosis.
Remarkable in this case is the simultaneous dissemination through the organs and the SARCOIDOSIS OF HEART lympho-endothelial system with a semblance of the spread of miliary tuberculosis. However, there is no reckless destruction of the organ parenchyma. Where reticulo-endothelial tissue wvas involved, in some instances, an increased degree of fibrosis resulted.
Attention is called to the fact that in many sites the presence of the nodes was discovered only by means of microscopic examination. Many such nodes may heal and disappear with no remaining evidence or sometimes leaving only a non-specific scar. In this particular case an exception is seen in the extensive destruction in the heart muscle described above. Often this was a result not only of the confluence of the tubercle-like nodes but also of a fibrosis or a widespread infiltration by reticulo-endothelial and lymphoid-like cells causing atrophy of the cardiac musculature. It seems worthy of mention that where normal heart muscle and sarcoid tissue meet in the left ventricle one can see the invasion of the former by finger-like processes.
Progressive decrease in the efficiency of the left ventricle was followed by acute dilatation and subsequent failure of the right ventricle due to the overload. The marked involvement of the epicardium and the specific perivascular localization of the granulomatous process hastened the failure. There was no increased resistance to the pulmonary circulation due to massive infiltration or interstitial fibrosis of the lutngs, which has been mentioned as one cause of death in sarcoidosis of the heart.2' 8 The destruction in this case was so widespread as to cause the myocardial failure in contradistinction to the assumption of a specific interference with the cardiac conductive system described by Longscope.5 6 9 This case is distinguished by the fact that it was not influenced by additive effect of such complications as manifest tuberculosis or syphilis. This absence of tuberculosis seems remark- 
